Comment: This baby presented with the typical clinical and biochemical picture of adrenal insufficiency, such as may be seen in cases of adrenal hyperplasia or hypoplasia. In distinguishing between these conditions it is unwise to rely only on one or two determinations of urinary 17ketosteroids. The diagnosis in this case is based on repeated low levels of 17-KS, the absence of a response to ACTH, and low levels of pregnanetriol, 1 1-ketopregnanetriol, and A 5-pregnenetriol. A pituitary defect cannot be excluded with certainty at this stage, but it seems unlikely in view of the lack of response to ACTH.
The cause of the adrenal defect in this case is not known. Some possibilities are: (1) Hemorrhage or infection in the newborn period.
(2) An intrauterine infection.
(3) An auto-immune reaction. (4) A metabolic block which affects the adrenal growth response to ACTH, as well as the secretion of cortisol. Most of the reported cases have been boys; probably this does not reflect the true sex incidence, but only the fact that a diagnosis of adrenal insufficiency is less likely to be considered in a girl than in a boy, if the genitalia are normal. Although the physiology is different, the treatment is essentially the same as in a case of adrenal hyperplasia. This baby is maintained satisfactorily on a very small dose of 9 a-fluorohydrocortisone in addition to cortisone and salt. With careful supervision hypertension need not be a problem with this regime. I prefer to use cortisone rather than triamcinolone or dexamethasone, either of which may introduce additional hazards. This patient will probably need lifelong replacement therapy, but the possibility of spontaneous recovery cannot be entirely excluded. Acknowledgment: I am indebted to Dr V H T James for the steroid studies in this case. Disseminated Granulomata Philip Evans MD H W, male, aged 8 years 11 months Family history: Father died of leukumia. One brother died before H W's birth, after a long illness with multiple abscesses. History: H W was below 3rd percentile in height and weight but had been healthy. At 7 years 3 months he had right inguinal herniorrhaphy; six months later a mass appeared in the scar and discharged pus. Excision of mass 2 x 2 x 5 cm showed testis unaffected but surrounded by granulation tissue. The cord was much involved. Microscopically tuberculoid lesions with large foreign body giant cells and central necrosis were seen. A few short chains of Gram-negative bacilli were found with some 'polar bodies' which were not acid-fast to the same degree as tubercle bacilli.
Fig I Involvement oflung and mediastinum
The liver was enlarged, the spleen became palpable, the external nares showed persistent erythema and induration, with a few miliary cutaneous nodules. Radiological examination showed extensive pulmonary infiltration and enlargement of paratracheal nodes (Fig 1) . The radiologist (Dr John Sutcliffe), recalling a similar appearance in another case, suggested examination of cesophagus and ureters. Barium swallow showed irregular peristalsis, dilatation and delayed emptying of the oesophagus (Fig 2) . Intravenous pyelography showed normal renal outlines but bilateral hydronephrosis with dilatation of ureters only as far as the pelvic brim (Fig 3) . He remained in hospital for three months and was subsequently readmitted for a few days on three occasions, either for further investigation or for surgical treatment of staphylococcal abscesses in the neck. Fever up to 1000 F persisted for seven weeks after the initial operation. Two nodules appeared in skin of left eyelid while he was having prednisone and disappeared while antituberculous drugs were given. A year after the onset he went back to school, where he leads a normal life although still on PAS and isoniazid. The liver is enlarged and there are still radiological abnormalities in the chest.
Treatment with penicillin or with pentamidine isethionate (490 mg in ten days) seemed ineffective. Prednisone (45 mg daily for five weeks, then gradually reduced over two months, total 2 g) at first seemed to make him worse but on low dosage he ate better and appeared more robust. He was given streptomycin 20 mg/kg/day intramuscularly for one month, PAS 5 g with isoniazid 225 mg daily for six months and improved considerably during this time. Investigations: Raised E.S.R. with usually normal white blood count; variable globulin changes in serum; W.R. negative; blood cholesterol, aldolase, phosphorus, urea and liver function tests normal; serum calcium 8-4 mg/100 ml; LE cells not found. Skin tests negative: Mantoux repeatedly and up to I/100, atypical mycobacteria 1/100, Kveim (twice), toxoplasma, histoplasma, coccidioidin. Br. abortus agglutination negative. Urine: usually no protein, granular casts at times. Aspergillus: two colonies grown from sputum on one occasion, precipitin test weak positive. Tubercle bacilli not cultured from sputum, nose or liver biopsy; no fungi grown from liver biopsy. Biopsy of liver and of nasal mucosa added nothing histologically; no further coccobacilli were seen. This child resembled another (unpublished) who also showed many chronic granulomatous lesions of lungs, mediastinal glands and liver, with gross dilatation of the cesophagus and the upper parts of the ureters. In the case described here there was also granulomatous involvement of the anterior nares and of the site of a previous operation. Sarcoidosis might have sufficed as a clinical diagnosis but was not supported by histology or Kveim test (and in the other case the tuberculin test was positive). Wegener's granulomatosis was ruled out by histology. The condition may be described as a granulomatosis involving mediastinum, cesophagus and lungs, anterior nares, liver and an old operation site, with dilatation of renal pelves and upper ureters perhaps due to periureteric fibrosis. The cause has not been identified but may be a coccobacillus. Postscript (20.10.62 well recognized that the small intestinal mucosa of the coeliac child and the adult with idiopathic steatorrhcea showed certain characteristic abnormal appearances such as absence of villi with a damaged and flattened surface epithelium, and that these changes had been shown by a number of workers to revert to or towards normal when wheat gluten was rigidly excluded from the diet, the mode of production of these changes, and whether they were specific to this disease was still very uncertain. It was also still uncertain by what mechanism the protein of wheat and rye flour initiated the symptoms and signs of cceliac disease, although two theories had received most attention: (1) That there was incomplete digestion of gluten due to the deficiency
